function of thme adrenal ill renal hypertension. Furthermore, degrees of renal injury or of hyper(orticoidism which are not of themselves very pressor may cause severe hypertension when they are added together. This additive aspect is probably closely related to the sellsitizing effect of adrenal steroids on renal pressor activity and underlies the so-called renimi-DCA syndrome. It may involve not only an enhanced pressor responsiveness hut also a weakening of vessel walls. Lastly, the effects of renin and renal hypertension on the zona gloitnerulosa suggest that the renal pressor system has would tend to add cortical pressor to existing hypertension. R That this is a specific effect of renin is shown by the fact that the DCA-renin symidromne can be reproduced in DCA-treated rats given angiotonin. 1'4 The mechanism of the acute vascular disease produced by renin in animals pretreated with adrenal steroids is not apparent; the hypertension, as such, may be an adequate explanation. In uninephrectomized rats maintaimed on water, sinm le, subcutaneous iiijections of renin (14 dog units) cause only a slight, transient rise in blood pressure which appears by the first hour and practically disappears by the sixth hour. The uninephrectomized rats maintained on saline have a slightly higher basal blood pressure and show no greater response to the same dose of renin.
However, if this same amount of renin is given to bilaterally nephrectomized rats there are large increases in blood pressure which are maximal by the second hour but have practi-(ally disappeared by the sixth. A greater degree of sensitization to renin is seen in the DCA-salt hypertensive rats, but in these animals the pressor response persists beyond the sixth hour and, in some, lasts for as long as 24 hours. '5 Thus, the acute vascular damage caused by remmin in uninephreetomized DCA-pretreated rats may result wholly from an enhanced and prolonged increase of arterial pressure. It may be that other factors sensitize the blood ves-TIHE ADRENAL CORTEX AND HlYP ERTENSION son16 explored this by studying the morphology of the adrenal eortex in rats given renin and in rats with perinephritie hyperteiisioii which were maintained on water. In both instances, they found an increase iii the width of the zona glomerulosa that seemed to be proportional to the height of the blood pressure. This increase in wsidth of the zona glomerulosa was found eveii when the rats with wrapped kidneys were maintained on saline.
This bears particular mention since, in intact rats, sodium deprivation alone will cause an increase inl (lomnerulosa width, and "''so(liuni flooding''" causes a narrowing of this zone. It may well be that the effect of renin and of renal hypertension on the zona glomernliosa reflects the degree of renal pressor activity. This adrenal morphologic change, associated with renal pressor activity, suggested a reciprocal relationship between the adrenal cortex and the kidney in renal hypertension.17 Renin released ats the result of renal artery narrowing or perinephritis would act on the kidney to promote salt loss; renin also acts on the zona glomerulosa stimulating the secretion of DCA-like sunl)stances which would promote increased sailt reabsorption and be, of themselves pressor. Such a system would result in miormal plasma electrolytes and reciprocally sustai ne(l renal-adrenal hypertension.
